Sir, A 56-year-old male was admitted in dermatology ward with multiple, widespread, nonpruritic, painless eruptions along with intermittent abdominal pain. He complained of constipation, nausea, vomiting, and weight loss of more than 10 kg in the past 6 months. He had undergone exploratory laparotomy for ileal perforation 2 months ago. There was no history of headache, dyspnea, fever, joint pain, diarrhea, blurred vision, hemiparesis, or any other systemic illnesses. Cutaneous examination revealed multiple, erythematous papules on trunk, neck, scalp, extremities, genitalia with sparing of palms and soles [ Figures 1 and 2 ]. These were necrotic or showed white porcelain-like center with telangiectatic rim [ Figure 3 ]. Systemic examination was normal. Differential diagnosis included Degos disease, lupus erythematosus, papulonecrotic tuberculid, and pityriasis lichenoides et varioliformis acuta. Routine blood and radiological investigations were normal. Laboratory investigations showed negative results for antinuclear antibodies, human immunodeficiency virus, hepatitis B surface antigen, tuberculosis, and syphilis. Coagulation profile showed raised plasma fibrinogen, D-dimer levels, and prothrombin time of 1.28 INR.
Four days after admission, he developed acute abdominal pain and vomiting. Per abdomen examination revealed guarding, rigidity, tenderness, and distension. X-ray abdomen showed gas under the diaphragm, ultrasound showed abdominal free fluid with internal echoes indicating perforating peritonitis. Emergency exploratory laparotomy revealed jejunal and ileal perforations with Grade 3 adhesions. Surgical resection of perforated bowel segments with end-to-end anastomosis was performed. Skin biopsy showed epidermal atrophy, thrombosis of vessels, perivascular lymphocytic infiltrate, and dermal sclerosis. There was no granuloma formation, vasculitis, or atypical cells [ Figure 4 ]. Intestinal biopsy showed hemorrhagic necrosis with inflammation. A final diagnosis of Degos disease was made. Recurrent perforation on 22 nd postoperative day warranted a repeat laparotomy with surgical resection-anastomosis. Broad spectrum antibiotics, subcutaneous low molecular weight heparin, intravenous pentoxifylline, supportive care was instituted. However, he succumbed to the disease. The patient died within 6 months of the appearance of skin lesions and 2 months from the third laparotomy.
Degos disease is an extremely rare endotheliopathy. Most cases are sporadic, but few are familial with autosomal dominant inheritance. Etiopathogenesis remains unclear. Endotheliopathy due to the involvement of stromal cell-derived factor-1/CXCL-12 leading to platelet activation and thrombosis of vessels is a proposed mechanism. [1] Other mechanisms include coagulation defects, autoimmunity, poststreptococcal vasculopathy, and parvovirus B19-induced catastrophic endothelitis.
Degos disease manifests as the classical type with systemic involvement (malignant atrophic papulosis with fatal outcome) or benign cutaneous type without any systemic manifestation for at least 3 years. [2] Classical Degos can be due to autoimmune, coagulopathy, or viral factors. Characteristic cutaneous lesions reveal structure-less nonpigmented center surrounded by interweaved hairpin and telangiectatic vessels in a "crown of thorns" arrangement on dermatoscopy. [3] Gastrointestinal, cardiopulmonary, renal, central, and peripheral nervous system can be affected. [4] Anti-platelet agents dipyridamole and aspirin are helpful in cutaneous disease. In systemic disease heparin, warfarin, azathioprine, methotrexate, cyclosporine, and pentoxifylline have been tried, but fail to halt disease progression. Newer modalities include eculizumab (monoclonal antibody against C5 complement) and treprostinil. [5, 6] To conclude, a classical Degos disease (typical cutaneous morphology, genital lesions, gastrointestinal involvement, coagulopathy as a cause, and a fatal outcome) has been reported for its rarity.
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There are no conflicts of interest. Sir, Cutaneous larva migrans are lesions that migrate or creep on the skin and are due to the presence of moving parasites in the skin. It is also known as creeping eruption, sandworm eruptions, plumber's itch, and duck hunter's itch. Causative larvae are from Ancylostoma braziliense, Ancylostoma caninum, Ancylostoma ceylonicum, Uncinaria stenocephala, and Bunostomum phlebotomum. [1] In humans, the most common cause is the dog hookworm and A. braziliense. Sandpits, seashore, or areas with loose, wet soil are places where humans acquire the infection. Humans are dead-end hosts. People who come into contact with such soil -such as gardeners, hunters, children who play in sandpits, and people who frequently visit the beaches are the ones affected. Once the larvae gain entry into the skin, itchy, skin-colored tortuous, linear thread-like lesions start with an advancing end, which moves at a rate of about 2 mm-3 cm/day. Usual sites of infection are the hands, feet, buttocks, and back. Sugathan [2] in 2002 reported a case of massive infestation of cutaneous larva migrans affecting the whole body. Here, we report a case of creeping eruption at an unusual and yet unreported site.
A young adult, uncircumcised fisherman, reported to us with severe itching of the genitalia, which started 3 weeks ago. He consulted a doctor and was given antiscabetic treatment with no relief of symptoms. He gave a history of carrying sand from the seashore for building his own residence, wearing only boxer shorts. There was no family history of itching. He was nondiabetic, not on any medication, and gave no history of extramarital contact.
On examination, he was an healthy adult, the only finding being a raised, grayish white, tortuous skin lesion starting from the coronal sulcus with an active end moving over the glans penis [ Figure 1 ]. The clinical picture was typical of larva migrans. He was treated with albendazole 400 mg once a day for 3 days with complete relief of symptoms.
For the nematodes of other animals, humans are a dead-end host. Warm wet soil contaminated with the feces of infected animals can transmit the disease. The eggs hatch into larvae which gain entry into the human skin through minor abrasions or even intact skin through the hair follicles. Two to three days after entry, it starts to migrate in the skin at a speed of 1-2 cm/day. Severe itching ensues, which often result in secondary infection. Most often, we see cases that are eczematized, which makes the diagnosis difficult. A high index of suspicion is a must if this is to be diagnosed after secondary infection.
Our case was initially mistaken for scabies because of the location of the lesion. On closer examination, we were able to detect the tortuous lesion with an advancing end which helped us arrive at the correct diagnosis.
Literature review showed cases of larva migrans occurring on the shaft of the penis [3] as well as on the prepuce, [4] but never on the glans penis. 
